Panic disorder has only recently been recognised as a discrete clinical entity. 1 Panic disorder patients have cardiovascular complaints, chest pain, palpitation, and hypertension. Recently, it has been reported that many patients with resistant hypertension had hypertension arising from psychological causes, including symptoms of panic disorder. 142/102 mm Hg and the nocturnal systolic BP reduction was only 3%, corresponding to a nondipper pattern. In the out-patient clinic, he was treated with multiple antihypertensive agents (diuretic, calcium antagonist, ␤-blocker, ␣ 1 blocker and angiotensin-converting enzyme inhibitor), but his home BP did not fall below 160/100 mm Hg. As a result, he was admitted for further investigation and treatment of uncontrolled resistant hypertension with a non-dipping pattern of diurnal BP variation. On the next day after the admission, his BP level was markedly reduced to about 110/70 mm Hg. We then discontinued all antihypertensive agents, and his BP remained normal. Then we conducted ambulatory BP monitoring on day 6 of the admission, the mean 24-h BP was reduced to 130/87 mm Hg with a 13% fall of nocturnal systolic BP corresponding to the dipper pattern. Secondary hypertension was ruled out by further examination. This patient was diagnosed as having panic disorder according to DSM-III-R criteria 1 by a psychologist. After being discharged and returning to work, his BP rose again with the non-dipping BP pattern, and antihypertensive agents again could not control his BP levels.
In this patient, extreme occupational stress probably triggered the panic disorder which lead to sustained hypertensive nondipping on ambulatory BP monitoring. Many hypertensive outpatients are treated with antianxiety agents in addition to their antihypertensive therapy, and sometimes we can control their BP. Some of these patients might have subclinical panic disorder. Many patients with panic disorder have been found to have increased heart rate and labile hypertension during panic attacks, but our patient had continuous BP elevation with abnormal diurnal BP variation corresponding to a typical hypertensive non-dipper. During admission, the hypertension and abnormal diurnal BP variation had been controlled, suggesting that panic disorders may produce sustained hypertensive nondipping, which is reversible with appropriate treatment. It is not known what mechanism contributes to the non-dipping state in hypertensive patients. Secondary hypertension due to endocrine disorders has been reported to show a non-dipping BP pattern. Minor cerebrovascular damage and autonomic nervous dysfunction might also be attributable to this non-dipping state. 5 Our case suggests that panic disorder contributes to the non-dipping state of hypertension. In hypertensive non-dippers, especially those resistant to antihypertensive therapy, the diagnoses of panic disorder should be ruled out.
